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Fig, 15.10 Infarct of myocardium of 12 days' dura-
tion. The necrotic heart muscle (upper right] is sepa-
rated from the surviving muscle by a zone of cellular
and vascular granulation tissue, x 40.

Gradually, the dead muscle is replaced by fib-
rous tissue, the process taking some weeks or
even months, depending on the size of the in-
farct, and eventually a pale fibrous scar re-
mains (Fig. 15.11).

As already stated, it is sometimes not pos-
sible to determine whether myocardial fibrosis
has resulted from infarction or chronic isch-
aemia.

Fig. 15.11 Old infarct represented by replacement
of the lateral and posterior wall of the left ventricle
by a relatively thin fibrous scar.

Aetiology

The important cause of myocardial infarction
is atheroma of the coronary arteries with super-
added occlusive thrombosis over an atheromat-
ous patch. The aetiology of atheroma, and the
factors associated with an increased risk of
myocardial infarction, have been discussed on
p. 366. These include raised levels of various
plasma lipids, obesity, hypertension, cigarette
smoking and a sedentary occupation. These
factors are all of long duration, and are likely
to promote the gradual development and ex-
tension of atheroma, but they may also pre-
dispose to superadded thrombosis. Enhanced
coagulability of the blood has been shown to
be common in patients with ischaemic heart
disease, and correlates partially with the levels
of plasma lipids. It has also been shown that
coronary blood flow is affected by cigarette
smoking, which may also predispose to throm-
bosis by the mechanisms noted on p. 369.

Patients with severe coronary atheroma are
particularly liable to myocardial infarction fol-
lowing a severe injury or major surgical opera-
tion. This may occur during a period of shock,
but the risk is high for some weeks following
the injury, etc. The circulatory disturbances of
shock, the effect of anaesthetic agents on the
heart, and the increased coagulability of the
blood following injury are all probably of
importance.

Relationship of coronary thrombosis to myo-
cardial infarction. The reported incidence of
recent coronary thrombosis in patients dying of
acute myocardial infarction varies greatly. In
some series, the incidence has been only about
50 per cent, and considerably lower in those
patients dying within a few hours of the onset
of symptoms. Accordingly, it has been sug-
gested that coronary thrombosis may not be the
cause of infarction, and that it occurs after the
muscle has died. The evidence for this view de-
pends upon the care with which the coronary
arteries are examined (see above). By careful
examination of the coronary arteries by close
transverse section, preceded when necessary by
decalcification, workers at St. Georges' Hos-
pital, London, have found an occlusive throm-
bus in the expected artery in virtually all cases
of myocardial infarction in patients dying 12
hours or more after the onset of clinical symp-
toms, and Harland's experience in this depart-